A survey of 1.3 million schoolchildren in Zimbabwe identified a total of 278 pupils with oculocutaneous albinism (OCA), giving a prevalence of 1 in 4728. Pupils with OCA were identified in every province of the country, but the distribution was not even. In certain areas, notably the capital, Harare, and the eastern province ofManicaland, the frequency was significantly higher than in others. Although most of the pupils with albinism belonged to the majority Shona ethnic group, people with OCA were also found among the minority population groups in the country. There were almost twice as many pupils with albinism in rural compared with urban schools (248 v 129). However, the prevalence of OCA was significantly higher in urban than rural areas. These results indicate that data for a country collected solely in urban locations are likely to be biased and emphasise the need for widespread distribution of health and special educational facilities for affected people.
Oculocutaneous albinism (OCA) is one of the most common recessively inherited conditions in sub-Saharan Africa, resulting in hypopigmentation of the eyes, skin, and hair. Ocular problems, including photophobia, nystagmus, and reduced visual acuity, are associated with all forms of albinism. Tyrosinase negative OCA (also called OCA1) results in little or no pigment production, owing to lack of functional tyrosinase, the key enzyme in the melanin biosynthetic pathway.' 2 In Africa this form is fortunately rare. In a study of more than 600 families over the past 20 years in southern Africa, the OCAl type of albinism was found to be virtually absent among the negroid population.3 Tyrosinase positive OCA (OCA2) is the type most commonly found in southern Africa. Molecular analysis has confirmed that mutations at one particular locus result in OCA2 in this group. 3 In these people the enzyme is active, producing some redyellow pheomelanin pigment, giving their hair a sandy colour and eyes a light brown colouration. The pale skin of OCA2 subjects contrasts strikingly with the normal dark pigmentation found in indigenous African populations. Some people with OCA2 develop naevi or lentigines, usually on parts of the skin exposed to the sun. The lack of protective melanin pigment in the skin makes OCA2 subjects prone to skin damage from an early age As the central southern African country of Zimbabwe has an excellent schooling system, with 34% of the total population found to be attending school in the 1992 Population Census,'8 and a reliable postal service, it is an ideal country for gathering population data. An earlier survey found the prevalence of OCA2 among schoolchildren in Harare, the capital city of Zimbabwe, to be 1 in 2833.'9 As information on the geographical distribution of OCA within African countries is sparse, particularly in rural areas, the survey was extended to cover the whole of Zimbabwe. This report presents details on the prevalence of OCA in the different provinces of the country (fig 1) and compares data from rural and urban areas.
Methods
The study population for this nationwide survey was drawn from the school going group, in the age range 6 to 23 years. A questionnaire was mailed to the head of every secondary school outside Harare, a total of 1447 schools, and to primary schools in four of the eight provinces outside the capital, a total of 1747 schools. The survey was conducted with the Lund permission of the Ministry of Education and Culture as well as the local regional educational authorities. A letter sent with the questionnaire gave a detailed description of the phenotype of affected people (lack of pigmentation of the skin, hair, and eyes) as well as the visual problems associated with albinism. As the appearance of indigenous Africans with OCA contrasts so noticeably with the dark pigmentation of unaffected people, cases could easily be identified by head teachers. It was stressed that responses were required from schools without affected pupils as well as from those having pupils with albinism. The vernacular names for albinism were given, although the questionnaire was in English. The questionnaire asked for information on the pupils in the school (the number of each sex, age range, and ethnicity), the location of the school (urban, rural, or other), and details of any pupils with albinism being educated in the school, including sex, age, and ethnic origin. A second questionnaire was sent to schools failing to respond to the first. Information leaflets on albinism and its management were sent to all schools that had affected pupils.
Although it was not possible to confirm the OCA2 status of all the people in this study, 50 pupils in seven different provinces were examined and found to be OCA2. Although OCA pupils were found throughout Zimbabwe, this survey has identified distinct "hot spots" where albinism is more common than in other areas. In particular, the prevalence value for OCA in secondary schools in Manicaland province was significantly higher than those for the neighbouring provinces of Mashonaland Central and East. The prevalence in Harare was significantly higher than in the four provinces surrounding the capital, namely the three Mashonaland provinces and the Midlands. As the Shona form the dominant ethnic group in all these provinces it is unlikely that these observed differences in prevalences reflect ethnic differences. However, it is possible that the frequency of albinism is higher in the Manyika and Ndau subgroups of the Shona people who live in Manicaland, owing to a founder effect. The Shona have lived in this region of southern Africa for around 1500 years and have shown limited mobility in the past. Random genetic drift is thus also likely to be a factor contributing to the observed differences between provinces.
As there is substantial migration from the provinces to the capital city, ethnic differences and genetic drift do not explain the significantly higher prevalence of 1 in 2833 previously documented for Harare,"' compared with the value of 1 in 4728 reported here for the provinces outside the capital. The high prevalence in Harare, where 98.4% of secondary pupils attended urban schools, is undoubtedly a reflection of the observed highly significant difference between the prevalence of OCA in urban and rural areas of Zimbabwe (1 in 3268 v 1 in 4694). This is not true of Manicaland where only 10.3% of secondary pupils were at urban schools.
Most of the studies in Africa to determine the prevalence of albinism have concentrated on urban areas where data collection is easier than in remote rural parts. It has been suggested that children with albinism in South Africa may be sent from urban areas to live with relatives in the countryside, resulting in a lower prevalence in urban compared with rural areas. ' 
